[Molecular biology of reverse cholesterol transport system and impairment of the protection system against atherosclerosis].
High density lipoprotein (HDL) plays an important role in the protection system against atherosclerosis, designated as "reverse cholesterol transport". Cholesterol from peripheral tissues is taken up by HDL and is esterified by lecithin: cholesterol acyltransferase (LCAT). The cholesteryl ester is subsequently transported to apoprotein B-containing lipoproteins, such as VLDL, IDL or LDL by cholesteryl ester transfer protein (CETP). These lipoproteins are catabolized by the liver via the LDL receptor pathway. This review focuses on the recent molecular biological data on the enzymes and proteins involved in this system, with special reference to their genetic abnormalities. The molecular basis of HDL, LCAT, CETP or HTGL deficiency has recently been clarified. HDL deficiency is often accompanied by premature atherosclerosis. Deficiency of these enzymes causes marked alterations in the concentration and composition of HDL and apo B-containing lipoproteins.